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The human adenoviruses were previously found to be effective inducers of interferon in chick cells both in vitro and in vivo (B61/tdi & Pusztai, I967; Pusztai et al. I969a ). The titres of interferon obtained in chick fibroblast cells are similar to those of interferon induced by Semliki Forest and Sindbis viruses under the same conditions. An avian adenovirus (GAL) also induced interferon in chick embryo fibroblast cells (Bakay, 1969) . Human adenoviruses are still infective after treatment with trypsin but are not able to stimulate interferon synthesis (B61~idi & Pusztai, 1967) . These results prompted us to study the effect of trypsin on the ability of other adenoviruses to induce interferon in chick cells. The present paper describes experiments in which canine hepatitis virus, bovine adenovirus type 2, simian adenovirus types I5 and 17, and GAL virus were compared with the human adenovirus type 12 as inducers of interferon in chick cells.
The viruses were grown and titrated in cells of their host species, i.e. canine hepatitis virus in primary dog kidney cells, bovine adenovirus in primary bovine kidney cells, simian adenovirus in secondary monkey kidney cells, GAL virus in primary kidney cells of 6-day-old chicks and human adenovirus type 12 in Hep-2 cells. After infection all cells were maintained in Gey's medium enriched with 5 % rabbit serum and o'25 % lactalbumin hydrolysate. Infective titres were expressed as TCD5o calculated by the method of Reed & Muench 0938). The production of interferon and interferon assays were carried out in primary chick embryo fibroblast cells as described earlier (Pusztai et al. I969b) . The titre of interferon was expressed as the reciprocal of the dilution which reduced the plaque count to 5o% of that of the controls. Trypsin treatment was performed at 37 ° for ~ hr with O'I ~o 2 x crystalline trypsin (Serva), then o. 1% soybean trypsin inhibitor (Serva) was added.
All adenoviruses studied induced interferon in chick cells and the interferon-inducing ability of different adenoviruses was not dependent on the infective dose inoculated (Table i) . After treatment with trypsin there was no reduction in infectivity of any of the adenoviruses. Human and simian adenoviruses were unable to induce interferon after treatment, but treated avian, bovine and canine types still induced interferon (Table 2) .
Our earlier observations concerning human types indicated that the trypsin-sensitive penton antigen is responsible for interferon induction (B61fidi & Pusztai, 1967; Pusztai et al. I969b). We have found that human adenovirus does not multiply in chick cells (B61~di & Pusztai, 1967) and thus progeny particles are not available to induce interferon. In contrast with this, the avian GAL virus replicates in chick cells. Therefore infectious progeny of the trypsin-treated GAL virus could be responsible for interferon induction. On the basis of this information, it was suggested that the effect of trypsin on the inducing capacity of the other adenoviruses is also related to their ability to multiply in chick cells. To test this, chick fibroblast cells infected with canine hepatitis virus and simian adenovirus types 15 and 17 were studied. In three separate experiments no multiplication was found in the first, second and third passages in chick cells inoculated with either canine hepatitis virus or simian types. There are some contradictory observations concerning the replication of canine hepatitis virus in chick cells. Miles et al. 0950 described the successful serial passage of canine hepatitis virus in chicken embryos, whilst Rubarth (1947) 
